Two patients with seriously impaired left ventricular function, abnormal left ventricular conduction on the electrocardiogram, mitral regurgitation, and a very late systolic click are reported. Idiopathic non-obstructive cardiomyopathy seemed to be the cause of the left ventricular dysfunction in both cases. The mitral valve was anatomically normal at the time of operation in one patient, except for dilatation of the annulus, and the mitral regurgitation appeared to be secondary to left ventricular failure. The very late timing of the mitral systolic clicks in these two patients may be related to a large left ventricular end-diastolic volume and impaired left ventricular function, or to an abnormal sequence of excitation of the left ventricle. The timing of the late systolic click in these patients is in contrast to that in patients with mid systolic clicks, hearts of normal size, and little cardiac disability.
The genesis of mid systolic and late systolic clicks has been controversial. Some authors considered them to be extracardiac and of little significance (Gallavardin, 19I3;  Thomp- son and Levine, I935; Johnston, 1938; Wol- ferth and Margolies, I940; McKusick, 1958; Bleifer et al., I959) . There is now abundant evidence that these clicks usually arise in the mitral valve apparatus (Reid, I96I; Barlow, I965; Barlow et al., I963, I968; Kesteloot and Van Houte, I965; Ronan, Perloff, and Harvey, I965; Tavel, Campbell, and Zimmer, I965; Criley et al., I966; Hancock and Cohn, I966; Leighton et al., I966; Leon et al., I966; Behar, Whalen, and McIntosh, I967; Stannard et 
Report of cases
Case I A 5o-year-old man was first seen in October I968 for cardiac evaluation. He had been well until 8 months before admission, when paroxysmal nocturnal dyspnoea and moderate exertional dyspnoea developed abruptly. Symptoms of congestive heart failure persisted in spite of medical treatment.
He had had labile hypertension since age I7 years but it did not require therapy. At age 21 years he had had an illness characterized by arthralgia and malaise but without fever. An apical systolic murmur was heard at that time and a presumptive diagnosis of rheumatic fever was made. He was treated with aspirin and bedrest for 3 months, after which he had no difficulties until the present illness. Periodic examinations to age 40 years had revealed no murmur or cardiac enlargement; he had had no further (Fig. 3) .
Phonocardiography showed the late systolic click (Fig. 4 upper) . Systolic time intervals were abnormal (Table i) , consistent with imnpaired left ventricular function (Weissler et al., 1968) . Right and retrograde left heart catheterization with left ventriculography were performed. The haemodynamic findings are shown in Table 2 At open-heart operation, 2. weeks after admission, the heart was grossly enlarged. The ventricles appeared flabby and contracted poorly. The coronary arteries were grossly normal. The tricuspid valve was normal. The mitral valve appeared entirely normal except for conspicuous dilatation of the ring to a diameter of 6 cm. Mitral annuloplasty was carried out. The post-operative course was complicated by a cerebral embolus from which the patient recovered. After operation, the praecordium was much less active than previously. There was a late systolic murmur (grade 2/6) at the apex, and the loud, late systolic click was still present. Phonocardiography on the 13th post-operative day indicated the late click and normal splitting of the second sound (Fig. 4 lower) . After administration of amyl nitrite by inhalation, the click softened considerably but did not alter its timing. The final diagnosis was idiopathic cardiomyopathy, and the patient was discharged I5 days after the operation.
Discussion
The course and clinical findings in these two patients were consistent with a diagnosis of idiopathic non-obstructive cardiomyopathy (Mattingly, 1961; Harvey, Segal, and Gurel, i964; Goodwin, 1964 Goodwin, , 1967 
